In epithelial cells, the formation of cadherin-mediated highlights evidence that cadherins and their associcell-cell junctions is accompanied by a profound reated catenins play a role in directing the development modeling of the actin cytoskeleton. The "core" of cadof pre-and postsynaptic specializations. In particular, herin-based adhesion involves cadherin's association the question of whether cadherin regulation of the acwith β-catenin, which in turn interacts with α-catenin to tin cytoskeleton at discrete contact sites translates tether cadherin to the actin cytoskeleton (Goodwin and into the assembly of synaptic compartments will be Yap, 2004, and references within). Cadherin-catenin explored.
whelming majority of contacts made between dendritic filopodia and axons are not stabilized and are retracted within minutes of their formation. However, as contact stabilization and synaptic differentiation proceeds, dendritic filopodia mature into dendritic spines, the postsynaptic structures for the majority of excitatory synapses in the vertebrate CNS (reviewed in Yuste and Bonhoeffer, 2004) .
N-cadherin and β-catenin are diffusely distributed along the length of free dendritic filopodia that are not in contact with axons, but rapidly accumulate at filopodia-axon contact sites following target recognition ( . The localization of these molecules at filopodia-axon interfaces suggests that they may be involved in mediating contact stabilization, which may trigger spine maturation and synaptic differentiation. In an elegant study by Togashi and colleagues, cadherin-mediated intercellular contacts were inhibited in hippocampal neurons by expressing a dominant-negative N-cadherin that lacked a functional extracellular domain, but competed for intracellular cadherin binding partners (Ncad⌬E) ( Table  1) . Inhibition of cadherin contacts prevented spine maturation, and dendritic protrusions tended to retain their long, immature, filopodial morphology. Neurons lacking αN-catenin also exhibited immature filopodial morphologies, which were more dynamic (reviewed in Salinas and Price, 2005). It was thus concluded that contact stabilization, mediated by the formation of cadherincatenin-actin complexes, is essential for proper spine (Table 1 ). δ-catenin, a neuron-specific catenin that is particular, have been extensively analyzed. Studies not part of the classic cadherin-cytoskeleton complex, can form stable complexes with PSD-95 and a number using time-lapse imaging have revealed that the over- Table 1 ). These data suggests that intercellular cadherin interactions along the axon in clusters and transport many of the characteristic synaptic vesicle molecules (reviewed in may provide β-catenin-rich nucleation sites for recruitment of synaptic PDZ proteins and other scaffold proZiv and Garner, 2004).
Increasing evidence suggests that the cadherin comteins, which in turn "trap" preassembled packets of SVs at contact sites (Figure 1 ). This does not rule out the plex plays an important role in localizing synaptic vesi-
